ST elevation myocardial infarction (STEMI) is commonly caused by a thrombotic occlusion of an epicardial coronary artery. The most frequent cause is plaque rupture or erosion of an atherosclerotic plaque with subsequent thrombus formation [1] . Thromboembolism constitutes an infrequent scenario attributable to dislodgement of a thrombus from a distinct site such as in venous thrombosis combined with a patent foramen ovale. Septic thromboembolism from an endocarditic valve is a very rare, but potentially fatal etiology and direct evidence of the associated microorganism in the occluding coronary thrombus has not been reported.
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A 77-year-old male patient with subacute anterior STsegment elevations on 12-lead ECG was referred to our institution for coronary angiography. His past medical history revealed a left hip joint replacement 10 years ago and aortic valve replacement with a biological prosthetic valve for symptomatic calcific aortic stenosis 5 years ago. At that time he had a severely compromised systolic LV function and non-stenotic epicardial coronary arteries (Fig. 1a) . Due to persistent pain in the left hip, analysis of the joint fluid was performed 3 weeks prior to admission yielding Enterococcus faecalis. Surgical hip prosthesis removal was complicated by postoperative septicemia (E. faecalis), requiring vasopressor therapy and intravenous antibiotics (amoxicillin and tobramycin iv). During the course of this complication, the patient also experienced chest pain associated with the ECG changes mentioned above. Coronary angiography showed complete thromboembolic occlusion of the mid-portion of the left anterior descending coronary artery (LAD; Fig. 1b ) and a non-stenotic lesion in the circumflex and right coronary artery. Repetitive thrombus aspiration using an aspiration catheter and stenting due to residual thrombus material was performed with subsequent restoration of normal coronary blood flow. A selective aortogram showed accumulation of contrast-dye in a perivalvular cavity protruding from the ascending aorta in proximity to the biological valve suspicious of an abscess (Fig. 1c) . To assess urgency of surgery, serial transoesophagial echocardiograms over the next 2 days revealed rapidly growing vegetations on the aortic valve, relevant aortic regurgitation and an enlarged perfused perivascular cavity measuring 2.5 9 1.3 cm (Fig. 1d-f ). Urgent cardiac surgery was performed (standard/logistic euro-SCORE = 22/93.65 %) confirming a large abscess cavity with disentanglement of the aortic valve annulus from the mitral valve and substantial valvular vegetations. Following explantation of the prosthetic valve and debridement, the aortic root was replaced by a Freestyle-prosthesis with reimplantation of the left and right coronary ostium. The antibiotic regimen was escalated due to an intercurrent ventilator-associated pneumonia and the patient was referred 5 weeks later to a regional hospital.
Microbiological evaluation yielded E. faecalis for the vegetations on the prosthetic aortic valve using conventional culture techniques. The coronary thrombus aspirated from the LAD was positive for bacterial DNA of E. faecalis by PCR method. We here report a case of STEMI due to septic embolisation as a result of infective endocarditis with E. faecalis leading to a rapid destruction of the prosthetic valve. We demonstrate a clear link between colonization of the prosthetic aortic valve with E. faecalis and PCR-based detection of the bacterium [2] in the occluding coronary thrombus. In line with our interpretation of a thromboembolic source of the thrombus, the LAD showed no detectable atherosclerotic lesion 5 years prior to the incident and also was remarkably smooth after thrombus aspiration and stenting at the time of the STEMI. The spectrum of causative organisms for prosthetic valve endocarditis ranges from frequently found bacterial species (Staphylococcus aureus, Coagulase-negative Staphylococci, Enterococci, Viridans Streptococci) [3] to rare cases caused by Lactococcus garvieae [4] or Granulicatella adiacens [5] . Despite a rising number of patients with prosthetic valves, the relative incidence of prosthetic endocarditis has declined substantially to less than 0.5 % per year for late prosthetic endocarditis [6] . This case demonstrates the dramatic course of late prosthetic valve endocarditis despite prompt initiation and maintenance of an antibiotic regimen with documented sensitivity of E. faecalis to the combination of a b-lactam and an aminoglycoside which had been implemented according to current ESC guidelines [7] .
